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DECISION AND ORDER GRANTING BENEFITS

This proceeding arises from a claim for benefits under the Black Lung Benefits Act, 30
U.S.C. § 901 et seq. The Act and implementing regulations, 20 CFR Parts 410, 718, 725 and 727,
provide compensation and other benefits to living coal miners who are totally disabled due to
pneumoconiosis and their dependents, and surviving dependents of coal miners whose death was



1The Employer also submitted a new copy of DX 48, as the copy provided to counsel was
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due to pneumoconiosis.  The Act and regulations define pneumoconiosis, commonly known as
black lung disease, as a chronic dust disease of the lungs and its sequelae, including respiratory
and pulmonary impairments, arising out of coal mine employment.  30 U.S.C. § 902(b); 20 CFR §
718.201 (2003).  In this case, the Claimant, Ethel E. Tolliver, alleges on behalf of her deceased
husband, Michael I. Tolliver, that he was totally disabled by pneumoconiosis, and on her own
behalf, that she is the surviving dependent of Mr. Tolliver, whose death was due to
pneumoconiosis.

I conducted a hearing on this claim on June 26, 2002, in Greenville, South Carolina.  All
parties were afforded a full opportunity to present evidence and argument, as provided in the
Rules of Practice and Procedure before the Office of Administrative Law Judges, 29 CFR Part 18
(2003).  At the hearing, Director’s Exhibits (“DX”) 1-91, and Employer’s Exhibits (“EX”) 1-11
were admitted into evidence without objection.  Transcript (“Tr.”) at 5-6.1  Transcripts of the
depositions of Dr. Repsher and Dr. Dahhan were not yet available but were designated as  EX 12
and 13, respectively, and were provisionally admitted subject to the Claimant’s right to object at
the time of their submission.  Tr. at 7.  No objections were received after submission of the
transcripts.  The record was held open after the hearing to allow the parties to submit closing
argument.  The Employer submitted a closing argument, and the record is now closed.

In reaching my decision, I have reviewed and considered the entire record pertaining to
the claims before me, including all exhibits, the testimony at hearing and the arguments of the
parties.

PROCEDURAL HISTORY

Mr. Tolliver filed his initial claim on February 8, 1993.  DX 32-1.  The claim was denied
by the Director of the Office of Workers’ Compensation Programs (the “Director,” “OWCP”) on
July 20, 1993, on the grounds that the evidence did not show that the Claimant had
pneumoconiosis, nor that it was caused by coal mine work, nor that the Claimant was totally
disabled by pneumoconiosis.  DX 32-18.  The Claimant did not appeal that determination.  DX
32.

More than one year later, on May 16, 1995, the Claimant filed a duplicate claim.  DX 1. 
The duplicate claim was granted by the District Director, and the Employer appealed.  The case
was heard by Administrative Law Judge (“ALJ”) Stuart Levin on July 20, 1999, DX 62, but Mr.
Tolliver died on September 25, 1999, before Judge Levin issued a decision.  The case was
remanded to the District Director to be consolidated with Mrs. Tolliver’s survivor’s claim.  DX
69.

Mrs. Tolliver filed her survivor’s claim on October 15, 1999.  DX 70.  The District
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Director issued an initial determination granting benefits on the survivor’s claim, and finding that
the new evidence did not affect previous findings on the miner’s claim, on May 4, 2000.  DX 87. 
The Employer appealed, DX 88, 89, and the claims were referred to the Office of Administrative
Law Judges for hearing on June 26, 2000.  DX 91.

ISSUES

The issues contested by the Employer are:

1. Whether Mr. Tolliver had pneumoconiosis as defined by the Act and the regulations.

2. Whether his pneumoconiosis arose out of coal mine employment.

3. Whether he was totally disabled.

4. Whether his disability was due to pneumoconiosis.

5. Whether the evidence establishes a material change in conditions since the denial of the
Mr. Tolliver’s initial claim pursuant to 20 CFR § 725.309 (2000).

6.  Whether his death was due to pneumoconiosis.

DX 91; Employer’s Pre-Hearing Statement; Tr. at 4.

FINDINGS OF FACT AND CONCLUSIONS OF LAW

Factual Background and the Claimants’ Testimony

Mr. Tolliver testified at the hearing before Judge Levin, DX 62 at 9-21, and Mrs. Tolliver
testified at the hearing before me, Tr. 7-10.

Mr. Tolliver was born on April 22, 1949.  DX 1.  He was employed by Eastern Associated
Coal from 1969 to 1987.  DX 2, DX 3, DX 4.  Mr. Tolliver testified that his last job, from
October of 1985 to May of 1987, was as a service foreman at the Lightfoot Number One Mine in
West Virginia. In that position, he worked underground right along with the men, supervising and
performing work.  He had to lift and carry 50 pound bags of rock dust, shovel coal, and drag
cables in an area with a seven foot ceiling.  He was laid off in a reduction in force.  He had not
missed any appreciable amount of work during the six months before his layoff, and he was not
being treated for any breathing problems.  Nor had he been diagnosed with rheumatoid arthritis or
heart problems.  He was diagnosed with rheumatoid arthritis when he was hospitalized from
November 1992 to January 1993, during which time he was on a ventilator for a period of time. 
He had a heart attack a couple of years later.  He was not asked when he first experienced
problems with his lungs, or when he was first told he had pneumoconiosis.  He said he smoked
cigarettes about a pack a day, starting when he was 17 or 18, and quitting about 15 years before
the hearing (1984). After he left the mines in 1987, he worked for Rockwood Poultry for about a
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year, packing chickens in ice in 40 pound shipping boxes, and then he worked picking orders at
Walker Manufacturing for about three months.  Neither of those jobs involved mining.  His wife,
Ethel, was his only dependent, as his children were all grown.  They were married on October 10,
1967.  DX 6.  The Director found that Mr. Tolliver was employed as a miner for at least 18 years,
DX 91, and the Employer so stipulated, Tr. at 4, DX 62 at 7.  Because his last coal mine
employment was in West Virginia, this claim is governed by the law of the Fourth Circuit.  Shupe
v. Director, OWCP, 12 B.L.R. 1-200, 1-202 (1989) (en banc).

Mrs. Tolliver testified that she was married to Mr. Tolliver when he died, and she had not
remarried since.  She said he never returned to employment after the July 1999 hearing, nor did he
take up smoking cigarettes.  In addition to her application for federal black lung benefits, she also
filed a claim for widow’s benefits from the state of West Virginia.  She had never received any
benefits from the state; her claim was on appeal from an initial denial by state authorities.  The
initial findings by the state board are found at EX 7.

Applicable Standards

The claim on behalf of Mr. Tolliver relates to a “duplicate” claim filed on May 16, 1995. 
Because the claim at issue was filed after March 31, 1980, the regulations at 20 CFR Part 718
apply.  20 CFR § 718.2 (2003).  Parts 718 (standards for award of benefits) and 725 (procedures)
of the regulations underwent extensive revisions effective  January 19, 2001.  65 Fed. Reg. 79920
et seq. (2000).  The Department of Labor has taken the position that as a general rule, the
revisions to Part 718 should apply to pending cases because they do not announce new rules, but
rather clarify or codify existing policy.  See 65 Fed. Reg. at 79949-79950, 79955-79956 (2000). 
Changes in the standards for administration of clinical tests and examinations, however, would not
apply to medical evidence developed before January 19, 2001.  20 CFR § 718.101(b) (2003). 
The new rules specifically provide that some revisions to Part 725 apply to pending cases, while
others (including revisions to the rules regarding duplicate claims) do not; for a list of the revised
sections which do not apply to pending cases, see 20 CFR § 725.2(c) (2003). The U.S. District
Court for the District of Columbia upheld the validity of the new regulations in National Mining
Association v. Chao, 160 F.Supp.2d 47 (D.D.C. 2001).  However, the Court of Appeals affirmed
in part, reversed in part, and remanded the case.  National Mining Association v. Department of
Labor, 292 F.3d 849 (D.C. Cir. 2002) (Upholding most of the revised rules, finding some could
be applied to pending cases, while others should be applied only prospectively, and holding that
one rule empowering cost shifting from a claimant to an employer exceeded the authority of the
Department of Labor).  Accordingly, I will apply only the sections of the newly revised version of
Parts 718 and 725 that the court did not find impermissibly retroactive.  In this Decision and
Order, the “old” rules applicable to this case will be cited to the 2000 edition of the Code of
Federal Regulations; the “new” rules will be cited to the 2003 edition.

Pursuant to 20 CFR § 725.309 (2000), in order to establish that Mr. Tolliver was entitled
to benefits in connection with his duplicate claim, Mrs. Tolliver must demonstrate that there has
been a “material change in conditions” since the denial of his previous claim such that Mr. Tolliver
met the requirements for entitlement to benefits under 20 CFR Part 718.  In order to establish
entitlement to benefits under Part 718, Mrs. Tolliver must establish that Mr. Tolliver suffered



2Pulmonary function tests were administered to Mr. Tolliver on March 4, 1993, DX 32-8;
July 8, 1993, DX 48 (EX 8); December 2, 1994, DX 78, DX 48 (EX 2); June 28, 1995, DX 7;
January 15, 1996, DX 46 (EX 4); and May 4, 1999, DX 78.
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from pneumoconiosis, that his pneumoconiosis arose out of his coal mine employment, and that
his pneumoconiosis was totally disabling.  20 CFR §§ 718.1, 718.202, 718.203 and 718.204
(2003).  I must consider the new evidence and determine whether Mrs. Tolliver has proved at
least one of the elements of entitlement previously decided against him.  If so, then I must
consider whether all of the evidence establishes that he was entitled to benefits.  Lisa Lee Mines v.
Director, OWCP, 86 F.3d 1358 (4th Cir. 1996); Sharondale Corp. v. Ross, 42 F.3d 993 (6th Cir.
1994).

In his findings on Mr. Tolliver’s initial claim, the District Director said that the results of
pulmonary function testing indicated that Mr. Tolliver had a breathing impairment, but other
evidence failed to show that the condition was caused by coal mine work.  DX 32-18 at 6.  All of
the pulmonary function tests now in evidence produced results which satisfy the requirements of
20 CFR § 204(b)(2)(i) (2003) to establish disability because of a pulmonary impairment.2

Moreover, the Act and the regulations provide for a rebuttable presumption that pneumoconiosis
arose out of coal mine employment if a miner with pneumoconiosis was employed in the mines for
ten or more years.  30 U.S.C. § 921(c)(1); 20 CFR § 718.203(b) (2003). Mr. Tolliver was
employed as a miner for at least 18 years, and therefore is entitled to the presumption.  Thus the
focus of further discussion in this Decision and Order will be on whether Mr. Tolliver had
pneumoconiosis, and whether it caused his disability and death.  As I find that the record now
establishes that Mr. Tolliver had pneumoconiosis, Mrs. Tolliver has established a material change
in conditions, and I must consider whether all of the evidence establishes that he was entitled to
benefits.

A surviving spouse is entitled to benefits if the miner died due to pneumoconiosis which
arose out of coal mine employment.  See 30 U.S.C. § 901; 20 CFR §§ 718.205 and 725.212(a)(3)
(2003). 

Existence of Pneumoconiosis

The regulations define pneumoconiosis broadly:

(a)  For the purpose of the Act, “pneumoconiosis” means a chronic dust disease of
the lung and its sequelae, including respiratory and pulmonary impairments, arising out of
coal mine employment.  This definition includes both medical, or “clinical”,
pneumoconiosis and statutory, or “legal”, pneumoconiosis.

(1) Clinical Pneumoconiosis.  “Clinical pneumoconiosis” consists of those diseases
recognized by the medical community as pneumoconioses, i.e., the conditions
characterized by permanent deposition of substantial amounts of particulate matter in the
lungs and the fibrotic reaction of the lung tissue to that deposition caused by dust
exposure in coal mine employment.  This definition includes, but is not limited to, coal
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workers’ pneumoconiosis, anthracosilicosis, anthracosis, anthrosilicosis, massive
pulmonary fibrosis, silicosis or silico-tuberculosis, arising out of coal mine employment.

(2) Legal Pneumoconiosis.  “Legal pneumoconiosis” includes any chronic lung
disease or impairment and its sequelae arising out of coal mine employment.  This
definition includes, but is not limited to any chronic restrictive or obstructive pulmonary
disease arising out of coal mine employment.

(b)  For purposes of this section, a disease “arising out of coal mine employment”
includes any chronic pulmonary disease or respiratory or pulmonary impairment
significantly related to, or substantially aggravated by, dust exposure in coal mine
employment.

(c) For purposes of this definition, “pneumoconiosis” is recognized as a latent and
progressive disease which may first become detectable only after the cessation of coal
mine dust exposure.  

20 CFR § 718.201 (2003).  In this case, Mr. Tolliver’s medical records indicate that he has been
diagnosed with a chronic restrictive disease which can be encompassed within the definition of
legal pneumoconiosis.

20 CFR § 718.202(a) (2003), provides that a finding of the existence of pneumoconiosis
may be based on (1) chest x-ray, (2) biopsy or autopsy, (3) application of the presumptions
described in §§ 718.304 (irrebuttable presumption of total disability or death due to
pneumoconiosis if there is a showing of complicated pneumoconiosis), 718.305 (not applicable to
claims filed after January 1, 1982) or 718.306 (applicable only to deceased miners who died on or
before March 1, 1978), or (4) a physician exercising sound medical judgment based on objective
medical evidence and supported by a reasoned medical opinion.  None of the presumptions apply,
because the evidence does not establish the existence of complicated pneumoconiosis, Mr.
Tolliver filed his claim after January 1, 1982, and he died after March 1, 1978.  In order to
determine whether the evidence establishes the existence of pneumoconiosis, therefore, I must
consider the chest x-rays, the biopsy and medical opinions. Absent contrary evidence, evidence
relevant to any category may establish the existence of pneumoconiosis.  In the face of conflicting
evidence, however, I must weigh all of the evidence together in reaching my finding whether the
Claimant has established that Mr. Tolliver had pneumoconiosis.  Island Creek Coal Co. v.
Compton, 211 F.3d 203, 211 (4th Cir. 2000); Penn Allegheny Coal Co. v. Williams, 114 F.3d 22
(3rd Cir. 1997).  

Pneumoconiosis is a progressive and irreversible disease.  Labelle Processing Co. v.
Swarrow, 72 F.3d 308, 314-315 (3rd Cir. 1995); Lane Hollow Coal Co. v. Director, OWCP, 137
F.3d 799, 803 (4th Cir. 1998); Woodward v. Director, OWCP, 991 F.2d 314, 320 (6th Cir. 1993). 
As a general rule, therefore, more weight is given to the most recent evidence.  See Mullins Coal
Co. of Virginia v. Director, OWCP, 484 U.S. 135, 151-152 (1987); Eastern Associated Coal
Corp. v. Director, OWCP, 220 F.3d 250, 258-259 (4th Cir. 2000); Crace v. Kentland-Elkhorn
Coal Corp., 109 F.3d 1163, 1167 (6th Cir. 1997); Rochester & Pittsburgh Coal Co. v. Krecota,
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868 F.2d 600, 602 (3rd Cir. 1989); Stanford v. Director, OWCP, 7 B.L.R. 1-541, 1-543 (1984);
Tokarcik v. Consolidated Coal Co., 6 B.L.R. 1-666, 1-668 (1983); Call v. Director, OWCP, 2
B.L.R. 1-146, 1-148-1-149 (1979).  This rule is not to be mechanically applied to require that
later evidence be accepted over earlier evidence. Woodward, 991 F.2d at 319-320; Adkins v.
Director, OWCP, 958 F.2d 49 (4th Cir. 1992); Burns v. Director, OWCP, 7 B.L.R. 1-597, 1-600
(1984).

Medical Evidence

Chest X-rays

Chest x-rays may reveal opacities in the lungs caused by pneumoconiosis and other
diseases.  Larger and more numerous opacities result in greater lung impairment.  The quality
standards for chest x-rays and their interpretations performed before January 19, 2001, are found
at 20 CFR § 718.102 (2000)  and Appendix A of Part 718.  The following table summarizes the
x-ray findings available in this case. The existence of pneumoconiosis may be established by chest
x-rays classified as category 1, 2, 3, A, B, or C according to ILO-U/C International Classification
of Radiographs.  Small opacities (1, 2, or 3) (in ascending order of profusion) may classified as
round (p, q, r) or irregular (s, t, u), and may be evidence of  “simple pneumoconiosis.”  Large
opacities (greater than 1 cm) may be classified as A, B or C, in ascending order of size, and may
be evidence of “complicated pneumoconiosis.”  A chest x-ray classified as category “0,” including
subcategories 0/-, 0/0, 0/1, does not constitute evidence of pneumoconiosis.  20 CFR §
718.102(b) (2000).  All such readings are therefore included in the “negative” column.  X-ray
interpretations which make no reference to pneumoconiosis, positive or negative, generally given
in connection with medical treatment for other conditions, are listed in the “silent” column.

Physicians’ qualifications appear after their names.  Qualifications have been obtained
where shown in the record by curriculum vitae or other representations.  If no qualifications are
noted for any of the following physicians, it means that I have been unable to ascertain them from
the record.  The National Institute of Occupational Safety and Health (NIOSH) is the federal
government agency which certifies physicians for their knowledge of diagnosing pneumoconiosis
by means of chest x-rays.  Physicians are designated as A-readers after completing a course in the
interpretation of x-rays for pneumoconiosis.  Physicians are designated as B-readers after they
have demonstrated expertise in interpreting x-rays for the existence of pneumoconiosis by passing
an examination. Qualifications of physicians are abbreviated as follows: A= NIOSH certified A-
reader; B= NIOSH certified B-reader;  BCR= board-certified in radiology.  Readers who are
board-certified radiologists and/or B-readers are classified as the most qualified.  See Mullins
Coal Co. v. Director, OWCP, 484 U.S. 135, 145 n. 16  (1987); Old Ben Coal Co. v. Battram, 7
F.3d 1273, 1276 n.2 (7th Cir. 1993).  B-readers need not be radiologists. 
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Date of
X-ray

Read as Positive for
Pneumoconiosis

Read as Negative for
Pneumoconiosis

Silent as to the
Presence of

Pneumoconiosis

09/16/92 DX 72, DX 46 (EX 2)
Ready

11/23/92 EX 8 Renn B 1/2 DX 32-11 Smith

11/28-
12/27/92

DX 48 (EX 1), DX
32-11 Multiple chest
studies taken during
hospitalization were
not read for
pneumoconiosis

01/25/93 DX 50, DX 48 (EX 4)
  Shipley BCR/B 1/0

DX 49, DX 48 (EX 3)
  Spitz   BCR/B
DX 42 Wiot BCR/B
DX 32-15 Sargent BCR/B

DX 32-11 Van Dyck

03/04/93 DX 50, DX 48 (EX 4)
  Shipley BCR/B 1/0
DX 32-16 Signature
illegible, profusion not
classified

DX 49, DX 48 (EX 3)
  Spitz   BCR/B
DX 42 Wiot BCR/B
DX 32-14 Sargent BCR/B

07/08/93 DX 78, DX 48 (EX 2)
  Jenkins 1/1

01/14/94 DX 78, DX 48 (EX 2)
  Jenkins [1/1] [did not
  classify separately but
  said unchanged]

03/18/94 EX 8 Renn B 2/1

09/03/94 EX 8 Renn B 2/1

09/16/94 EX 8 Renn B 2/1

10/19/94 DX 72, DX 46 (EX 2)
Wilson

06/28/95 DX 12 Sargent BCR/B 1/0
DX 14, DX 13 Patel
  BCR/A 2/2
DX 26 Wiot BCR/B 2/2

EX 3 Repsher B
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07/04/95 EX 8 Renn B 2/1 DX 48 (EX 5)
Van Dyck

01/15/96 DX 46 (EX 4) Renn B 2/2
DX 46 (EX 6) Wiot
BCR/B
  2/1
DX 42 Dahhan B 1/1

EX 3 Repsher B

07/27/96 DX 48 (EX 5) 
Van Dyck

10/17/96 DX 48 (EX 5) (EX 1)
Van Dyck

03/27/97 DX 48 (EX 5)
Schroeder

07/30/98 DX 48 (EX 5) Smith

03/10/99 DX 78 Jenkins 1/2 DX 85 Sargent BCR/B 0/1

09/24/99 DX 72, 73 Saikewicz
 Profusion not classified 
 (2 x-rays)

EX 3 Repsher B
DX 75, DX 77 Sargent
   BCR/B 0/1

09/24-
09/25/99

DX 72, DX 73
Multiple chest studies
taken during last
hospitalization were
not read for
pneumoconiosis

Many of the x-rays taken in connection with Mr. Tolliver’s treatment over the years
between 1992 and 1999 were not read for pneumoconiosis and have been listed in the “silent”
column.  Many of those readings nonetheless refer to fibrosis in both lungs.  Whether an x-ray
interpretation which is silent as to pneumoconiosis should be interpreted as negative for
pneumoconiosis, is an issue of fact for the ALJ to resolve.  Marra v. Consolidation Coal Co., 7
B.L.R. 1-216 (1984); Sacolick v. Rushton Mining Co., 6  B.L.R. 1-930 (1984).  I conclude that
the “silent” readings are not negative.

Of the x-rays which have been classified in accordance with ILO-U/C International
Classification, I find the earlier x-rays to be both positive (November 23, 1992) and negative
(January 25, 1993 and March 4, 1993).  Between July 8, 1993, and September 24, 1999,
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however, 12 x-rays were classified, and of those, 10 were clearly positive for pneumoconiosis. 
Based on the known qualifications of the readers, the last two, taken in March and September
1999, were negative. Nonetheless, the weight of the x-ray evidence is positive for
pneumoconiosis.  Because the evidence is in conflict, however, I must weigh all of the medical
evidence together to reach a determination whether Mr. Tolliver had pneumoconiosis.

Biopsies

Biopsies may be the basis for a finding of the existence of pneumoconiosis.  A finding of
anthracotic pigmentation is not sufficient, by itself, to establish pneumoconiosis.  20 CFR §
718.202(a)(2) (2003).  The quality standards for biopsies performed before January 19, 2001, are
found at 20 CFR § 718.106 (2000).  § 718.106(a) provides that a biopsy report shall include a
detailed gross macroscopic and microscopic description of the lungs or visualized portion of a
lung.  If a surgical procedure was performed to obtain a portion of a lung, the evidence should
include a copy of the surgical note and the pathology report. § 718.106(c) provides that “[a]
negative biopsy is not conclusive evidence that the miner does not have pneumoconiosis. 
However, where positive findings are obtained on biopsy, the results will constitute evidence of
the presence of pneumoconiosis.”

An open lung biopsy was performed on Mr. Tolliver’s right lung on November 30, 1992,
DX 46 (EX 3), DX 32-11, DX 32-6, after he was admitted to the hospital with an abnormal chest
x-ray with reticulonodular infiltrate and a right pleural effusion, and a bronchoscopy failed to
obtain enough tissue, see DX 32-11.  At admission, his doctor thought his chest x-ray, in
conjunction with weight loss and night sweats, suggested pulmonary tuberculosis.  Both the
surgical note and the pathology report from the biopsy are in the record.  Dr. James R. Clay
prepared the pathology report, including gross and microscopic description, the latter of which
said in part:

. . . The lung is densely fibrotic in most areas with dense fibrous tissue filling the air
spaces.  The one fragment which is not fibrotic has thin and delicate septae.  Heavily
pigmented macrophages are around some blood vessels and there [sic] areas having heavy
lymphocytic infiltrates.  No granulomata are present.  There is no acute inflammation or
tumor.

Acid fast and GMS stains are negative for organisms.

Dr. Clay’s diagnosis was “end stage pulmonary fibrosis, cause not apparent.”  DX 32-11, DX 32-
6.

The Department of Labor sent the surgical pathology report and one glass slide with tissue
to Dr. Richard L. Naeye, a pathologist, for his review.  The Employer later submitted additional
slides from the biopsy and other information to Dr. Naeye, and to another pathologist, Dr. Jerome
Kleinerman.  Dr. Naeye is board certified in anatomic and clinical pathology.  He is a Professor
and the Chairman of the Department of Pathology of The Pennsylvania State University College
of Medicine.  DX 45.  Dr. Kleinerman is also board certified in anatomic and clinical pathology,
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and is the Director of the Department of Pathology of the MetroHealth Medical Center in
Cleveland, Ohio, and a Professor Emeritus of the Case Western Reserve University School of
Medicine.  DX 44.

In his initial report prepared for the Department of Labor on March 23, 1993, based on
the pathology report and a single slide, Dr. Naeye stated:

5 tiny pieces of tissue removed by surgery from the lungs are mainly comprised of fibrous
tissue.  A small amount of black pigment is present at 2 sites.  There is fibrous tissue
admixed with the black pigment but the fibrous tissue extends far beyond the black
pigment so it appears that where the two are associated the association is fortuitous. 
There are no tiny birefringent crystals admixed with the black pigment.

Not enough tissue is available for examination to be able to evaluate the extent or severity
of centrilobular emphysema.  No large bronchi are available for examination so the ratio of
mucous to serous glands in the walls of bronchi cannot be determined.

INTERPRETATION: Coal worker’s pneumoconiosis (CWP) is absent in the tissue that is
available for examination but the amount of tissue present is too small to be completely
certain that CWP is absent.  Since coal worker’s pneumoconiosis is presumably absent it
could not be causing impairments in lung function that would prevent this man from doing
hard physical work in the coal mining industry.  If he has died there is no evidence int the
available tissue that CWP hastened his death.  From the information that is available I do
not know the cause of the fibrosis that is present in the small fragments of lung tissue.

DX 32-7.

In his second report prepared for the Employer on March 21, 1997, Dr. Naeye reported
that he had reviewed 4 sets of slides, more than 20 other items including the results of multiple
pulmonary function studies, chest x-rays and arterial blood gas analyses undertaken between 1992
and 1996, reports from 13 doctors, and medical records from Cobb Memorial Hospital and
Athens Regional Medical Center.  Dr. Naeye noted about 20 years of coal mining history and
greater than 25 pack years of smoking.  He said x-rays did not disclose consistent findings
conclusive for CWP, and a CT scan found a fine reticular-nodular pattern most compatible with
interstitial fibrosis.  Only one set of slides had black pigment located around blood vessels, while
some subpleural fibrosis and interstitial fibrosis did not seem primarily associated with black
pigment.  He concluded that the tissue did not show the characteristic findings of CWP, but the
tissue sample was not adequate to exclude the presence of CWP.  Overall, the arterial blood gas
values, pulmonary function studies and chest x-rays did not have characteristic findings of either
simple or complicated CWP, although the x-rays suggested an interstitial disease.  Based on the
facts that Mr. Tolliver left the mines in 1987, and the first abnormality in arterial blood oxygen
level appeared in 1993, and on the premise that simple CWP does not advance after a miner quits
the industry, Dr. Naeye found no convincing evidence that CWP was present, and said that his
clinical history indicated that Mr. Tolliver was disabled due to some type of immunologic rather
than occupational disease.  DX 45.
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Dr. Kleinerman reviewed employment and medical records for Mr. Tolliver, and blood gas
studies, pulmonary function tests and x-ray readings, as well as 21 histological slides from the
biopsy.  In his report he recounted Mr. Tolliver’s employment and medical history at length.  Dr.
Kleinerman summarized his findings as follows:

After review of the clinical records, the pulmonary function study results, the
reports of chest x-rays, the surgical pathology report, and the pathology specimens, it is
my opinion based on reasonable medical certainty that there is no evidence of simple
coalworkers’ pneumoconiosis (CWP), simple nodular silicosis, nor complicated
pneumoconiosis.  Neither is there evidence of asbestosis or asbestos-related lung disease. 
It appears, based both on the histologic findings and the clinical histories that Mr.
Tolliver’s lung disease was caused by a combination of a lung-based collagen disease,
probably rheumatoid arthritis, and the sequelae of Diffuse Alveolar Damage or ARDS. 
The pathologic changes in both of these entities is nonspecific.  The presence of subpleural
fibrosis with little or no coal dust pigment, of lesions characteristic of the interstitial
fibrosis of honeycombing and the absence of macules of simple coalworkers’
pneumoconiosis rule out a diagnosis of CWP.  Mr. Tolliver had interstitial fibrosis of a
nonspecific type.  The lung fibrosis was responsible in part for Mr. Tolliver’s total
disability.  However, this disability was in no way the result of coal mine dust induced lung
injury or any other occupationally-induced lung injury.

DX 44.

In accordance with 20 CFR § 718.106(c), I find that although the biopsy may be viewed
as negative for pneumoconiosis, it does not provide conclusive evidence that Mr. Tolliver did not
have pneumoconiosis.  Dr. Naeye’s position that simple pneumoconiosis does not advance after a
miner quits the mining industry is contrary to the regulations and therefore may be viewed as
“hostile to the act.”  Nonetheless, Dr. Naeye acknowledged that the tissue sample was not
adequate to exclude the presence of coal workers’ pneumoconiosis.  At least two other doctors,
Dr. Rasmussen and Dr. Tuteur, commented that biopsy from the lower lobe might miss the
presence of pneumoconiosis, which predominantly affects the upper lobes.  I give little weight to
Dr. Kleinerman’s total exclusion of the possibility of any pneumoconiosis in view of his failure to
acknowledge this fact, or the positive x-ray and CT scan readings.

CT Scans

CT scans may be used to diagnose pneumoconiosis and other pulmonary diseases.  The
regulations provide no guidance for the evaluation of CT scans.  They are not subject to the
specific requirements for evaluation of x-rays, and must be weighed with other acceptable medical
evidence.  Melnick v. Consolidation Coal Co., 16 B.L.R. 1-31, 1-33-1-34 (1991).  The record in
this case contains reports of four CT scans of Mr. Tolliver’s chest, or the lower portion of his
chest.
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Exhibit
Number

Date of CT Reading 
Physician

Interpretation or Impression

DX 32-11 11/23/92 Smith for
Jenkins

Reticulo-nodular pattern throughout both
lungs.  Tuberculosis would be the initial
consideration, but the differential includes other
disease processes such as metastatic disease,
sarcoidosis, and fungal infection

DX 32-11 11/29/92 Barton for
Ellison

Limited views of lung bases demonstrate
persistent multiple small nodules with interval
development of some bibasilar consolidation
which may be secondary to atelectasis;
persistent bibasil pleural thickening

DX 32-11 12/10/92 Barton for
Jenkins

Limited views of the lung bases demonstrate
bilateral pleural effusions with interval increase
on the left; bibasilar focal parenchymal
consolidation involving both lungs, also appears
increased on left

DX 46 
(EX 4)

01/15/96 Williams for
Renn

Very fine reticular nodular pattern throughout
the lung fields could be compatible with coal
worker’s pneumoconiosis in the appropriate
clinical setting

The evidence from the CT scans is not conclusive in and of itself.  The first three scans
were taken during Mr. Tolliver’s hospitalization from November 23, 1992, to January 9, 1993,
during which he experienced respiratory failure, and did not mention pneumoconiosis.  As will be
seen below, however, Mr. Tolliver’s treating physician, Dr. Jenkins, believed that Mr. Tolliver did
have pneumoconiosis.  Moreover, the 1996 CT scan, taken at the request of a physician retained
by the Employer, Dr. Renn, was compatible with pneumoconiosis, although he did not so find.

Medical Opinions

Medical opinions are relevant to the issues of whether the miner had pneumoconiosis,
whether the miner was totally disabled, and whether pneumoconiosis caused the miner’s disability
and death.  A determination of the existence of pneumoconiosis may be made if a physician,
exercising sound medical judgment, notwithstanding a negative x-ray, finds that the miner suffers
from pneumoconiosis as defined in § 718.201. 20 CFR §§ 718.202(a)(4) (2003). Thus, even if the
x-ray evidence is negative, medical opinions may establish the existence of pneumoconiosis.
Taylor v. Director, OWCP, 9 B.L.R. 1-22 (1986).  The medical opinions must be reasoned and
supported by objective medical evidence such as blood gas studies, electrocardiograms,
pulmonary function studies, physical performance tests, physical examination, and medical and
work histories. 20 CFR § 718.202(a)(4) (2003).  With certain specified exceptions, the cause or
causes of total disability must be established by means of a physician’s documented and reasoned
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report.  20 CFR § 718.204(c)(2) (2003).  The record contains the following medical opinions
relating to this case.  

Treatment Records

Records from the Cobb Memorial Hospital show that Mr. Tolliver was admitted to the
hospital from September 16 to 19, 1992, for acute chest pain, rule out myocardial infarction.  He
was kept in the ICU until his condition improved.  His doctor of record at the hospital was Dr. Yu
Chia Chao.  He consulted with Dr. Pennington, who reported that Mr. Tolliver’s pain could be
due to CAD, but he was not experiencing an acute infarction.  Dr. Pennington suggested that the
pain could also be due to pericarditis.  He recommended further tests, but noted that Mr. Tolliver
was uninsured and lacked funds to pay.  Mr. Tolliver returned to the emergency room a few days
later on September 23, 1992, complaining of indigestion, but was released and advised to see his
treating physician for follow-up.  DX 72, DX 46 (EX 2).

Mr. Tolliver was admitted to the Athens Regional Medical Center from November 23,
1992, to January 9, 1993, after an abnormal chest x-ray with fever and weight loss.  Initially it
was suspected he might have tuberculosis, but other causes were also considered possible,
including pneumoconiosis, rheumatoid arthritis, empyema and histoplasmosis.  Eight different
specialists were consulted during his hospitalization.  Eventually he was diagnosed with sepsis
syndrome with respiratory failure.  The etiology was never pinpointed but likely sources included 
his kidneys, lungs and esophagus.  He had diffuse pulmonary infiltrates of a reticular nodular
pattern; open biopsy showed end-stage lung disease.  Other diagnoses included rheumatoid
arthritis; candida esophagitis, biopsy-proven with invasive fungal elements; gastroesophageal
reflux with gastroesophageal ulcerations; renal stones with urinary tract infection, treated with
lithotripsy; cardiomyopathy, probably sepsis induced, resolving prior to discharge; severe
hypertension, controlled with multiple medications; carious teeth, which were removed; renal
insufficiency; anemia; and a medication-associated seizure disorder.  His respiratory failure
required mechanical ventilation for a prolonged period, from November 30 to the middle of
December, and again for part of January.  His condition was so bad he was expected to die in
December.  By the end of his hospitalization, he was so weak he was hardly able to stand by
himself.  DX 48 (EX 1), DX 32-11.  He returned to the hospital for further lithotripsy for his renal
stones in late January.  DX 32-11.

Mr. Tolliver was treated by Dr. F. Hugh Jenkins of Athens Pulmonary and Allergy, P.C.,
during his hospitalization and after his discharge from the hospital, from February 1993, to July
1999.  DX 78, DX 48 (EX 2), DX 32-11, DX 32-10.  Dr. Jenkins’ qualifications are not in the
file.  It appears that Dr. Jenkins was Mr. Tolliver’s primary medical care provider during this
period; his office notes reflect about 25 visits.  Dr. Jenkins read x-rays in 1993 and 1994 to be
positive for diffuse small pulmonary nodules he believed to be consistent with Mr. Tolliver’s
previous work underground in the coal mine.  In February 1993, Dr. Jenkins listed Mr. Tolliver’s
problems to be prolonged hospital stay for respiratory failure associated with sepsis; abnormal
chest x-ray, multiple pulmonary nodules, open lung biopsy Dec. ’92 equals end stage lung disease;
nephrolithiasis, s/p lithotripsy times two; rheumatoid arthritis, chronic steroid use; and severe
hypertension.  In April 1993, Dr. Jenkins called Mr. Tolliver’s continued improvement miraculous
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given the severe illness he went through.  In July 1993, Dr. Jenkins said in the problem list that
Mr. Tolliver’s multiple pulmonary nodules were “probably pneumoconiosis.”  Dr. Jenkins’
assessments generally reflect that Mr. Tolliver had severe multi system disease characterized as
active but stable.  Periodically Mr. Tolliver was taking steroids for his rheumatoid arthritis.  At
times Dr. Jenkins noted Mr. Tolliver to be experiencing shortness of breath; at other times he
noted Mr. Tolliver’s breathing to be improving.  Progress notes from Mr. Tolliver’s last
documented visit on July 12, 1999, listed his problems as hypertensive cardiovascular disease,
diabetes mellitus, ischemic cardiomyopathy, rheumatoid arthritis,  abnormal chest x-ray, increased
interstitial markings bilaterally, and neck pain.  Dr. Jenkins ordered an MRI of his cervical spine
and referred him to Dr. Troy Sullivan to treat his diabetes and cholesterol.

Records from the Cobb Memorial Hospital show that Mr. Tolliver was seen in the
emergency room and released to home on March 16, 1994, after a dizzy spell which was
attributed to hypertension.  An abnormal echocardiogram taken in September 1994 was reported
to show an echogenic mass near the base of the aortic valve, leading to a recommendation for a
transesophageal echo, the results of which are not in the file.  He was admitted to Cobb Memorial
Hospital from October 19 to 24, 1994, for probable septicemia and acute pneumonia.  His doctor
of record at the hospital was Dr. Chao.  DX 72, DX 46 (EX 2).

Mr. Tolliver was admitted to Athens Regional Medical Center from July 4-7, 1995, with
fever and dyspnea which improved with reinstitution of low-dose Prednisone.  The cause for his
fever was thought to be associated with rheumatoid arthritis and Prednisone withdrawal; other
causes were not found.  DX 48 (EX 5). 

Mr. Tolliver was admitted to Athens Regional Medical Center from July 27 to August 1,
1996, for chest pain.  He was diagnosed with an inferior wall infarction and underwent cardiac
catheterization and angioplasty. DX 48 (EX 5) (EX 1).  After his release from the hospital, he
went for office visits to Dr. Harvey Ouzts at Athens Cardiology Group, P.C., who had been a
consulting physician during his November 1992-January 1993 hospitalization.  On August 23,
1996, Dr. Ouzts reported his examination as normal with stable angina after infarction and PTCA. 
DX 48 (EX 1).  Mr. Tolliver was readmitted to Athens Regional Medical Center from October 17
to 20, 1996, with chest pain.  Catheterization showed re-occlusion.  He was diagnosed with
subendocardial infarction due to severe coronary disease.  DX 48 (EX 5) (EX 1).  On November
1, 1996, Dr. Ouzts assessed him as being stable but with pretty severe angina after mild effort. 
DX 48 (EX 1).

Dr. Ouzts next saw Mr. Tolliver on March 3, 1997, and observed that his angina was the
same, occurring with minimal activity.  DX 48 (EX 1).  Records from the Athens Regional
Medical Center show that Mr. Tolliver visited the emergency room on March 27, 1997,
complaining of chest pain.  He was admitted overnight, and discharged with a diagnosis of non-
cardiac chest pain.  EX 10, DX 48 (EX 5) (EX 1).  On September 23, 1997, Dr. Ouzts said his
angina was still stable, and planned to see him again in a year.  DX 48 (EX 1).

Mr. Tolliver went to the emergency room again in July 1998, complaining of back pain
diagnosed as an acute lumbar strain with spasm.  EX 10, DX 48 (EX 5).  The following month he
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was seen for muscle spasm in his back at Cobb Memorial.  DX 72.  After his September 1998
annual visit to his cardiologist, Dr. Ouzts again reported that he had stable coronary artery disease
with a stable angina pattern.  DX 48 (EX 1).

Dr. Troy Sullivan’s office treatment records for Mr. Tolliver are found in EX 9 and DX
73.  Dr. Sullivan first saw Mr. Tolliver on July 14, 1999, when Dr. Jenkins referred him for
management of his diabetes, which was poorly controlled.  Mr. Tolliver was 50 years old, and had
no particular complaints.  Dr. Sullivan took a history and performed an examination.  His
impressions were Type II diabetes, hypertension and hyperlipidemia, mostly hypertriglyceridemia. 
Dr. Sullivan changed some of his medications.  When Dr. Sullivan saw him in follow-up two
months later, on September 14, 1999, he added poor sleep, possibly due to depression, and
chronic lung disease with evidence of obstructive lung disease to the diagnoses.

Ten days after his second office visit, on September 24, 1999, Mr. Tolliver was admitted
to the hospital with acute pancreatitis under the care of Dr. Sullivan.  See DX 73.  The records of
his final hospitalization at Cobb Memorial Hospital are found at DX 72.  The dismissal diagnoses
were severe acute pancreatitis, renal failure, hyperkalemia, metabolic acidosis, respiratory
acidosis, COPD, CAD, type II diabetes mellitus, coal worker’s pneumoconiosis and rheumatoid
arthritis.  Dr. Sullivan described Mr. Tolliver’s course in the hospital as follows:

Mr. Tolliver was admitted in the early morning of 9/24/99 with severe pancreatitis. 
Amylase of 2696.  Throughout the day of 9/24 he was treated with fluid resuscitation and
supportive treatment of electrolyte abnormalities including hyperglycemia, first
hypokalemia followed by hyperkalemia.  Patient became more uncomfortable and in order
to more easily treat his acidosis and fluid imbalance he was intubated in the early morning
of 9/25.  He had a successful intubation and in the early morning hours of 9/25
approximately 0140 he went into cardiac arrest, ventricular fibrillation from which the
patient could not be resuscitated.  He was pronounced deceased at 0204.

Dr. Sullivan signed Mr. Tolliver’s death certificate.  He identified the immediate cause of
death as ventricular fibrillation “due to, or as a consequence of” electrolyte imbalance and renal
failure.  Under “other significant conditions” he identified severe pancreatitis.  EX 10; DX 71. 

On October 21, 1999, Dr. Sullivan wrote the following letter addressed to the Division of
Coal Miners Workman’s Compensation:

I have been asked to write you a letter regarding the death and subsequent eligibility for
benefits of Mr. Michael Tolliver and his widow Ethel Tolliver.  Mr. Tolliver carried the
diagnosis of coal worker’s pneumoconiosis, he also suffered from type II diabetes mellitus
and coronary artery disease with two previous myocardial infarctions.  In addition he
suffered from rheumatoid arthritis.  In late September of the year Mr. Tolliver was
admitted to the hospital for an acute severe pancreatitis, he subsequently died from
complications of that illness.

It is my impression that his pre-existing medical problems played a major role in his death



3This may be a reference to findings dated December 19, 2000, in which the board stated,
“After careful review of all of the available medical evidence, it is the opinion of the Occupational
Pneumoconiosis Board that occupational pneumoconiosis was not a material contributing factor
in Mr. Tolliver’s death.”  EX 7. 
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from this condition.  He ultimately died from ventricular fibrillation which I believe was
brought on by electrolyte imbalances including acidosis and hyperkalemia.  These were
due to renal failure and inadequate ventilation.  His ventilatory failure was a result of this
acute illness compounding his previous lung disease.  Mr. Tolliver had to be intubated in
the early hours of the morning.  Within about 30 minutes of the intubation he died.  I
therefore, believe that Mr. Tolliver would not have died from pancreatitis had it not been
for his pneumoconiosis and other health problems.

DX 74 at 2, EX 9 at 4.  In a follow-up letter to Claimant’s counsel dated September 12, 2001, Dr.
Sullivan stated:

After reviewing my letter of October 21, 1999 and the comments of the occupational
pneumoconiosis board,3 I maintain my belief that Mr. Tolliver’s pneumoconiosis played a
major role in his death.  His renal failure and inadequate ventilation led to acidosis and
hyperkalemia.  The acidosis and electrolyte abnormality caused death by inducing a
cardiac arrhythmia.

EX 9 at 5.

Opinions by Doctors Who Examined Mr. Tolliver or Reviewed His Medical Records in
Connection with the Claims for Black Lung Benefits

Dr. Robert Albin examined Mr. Tolliver on behalf of the Department of Labor on March
4, 1993, in connection with Mr. Tolliver’s first application for benefits.  DX 32-12.  Dr. Albin’s
qualifications are not in the file.  He took occupational, social, family and medical histories, and
conducted a physical examination, chest x-ray, blood gas studies and pulmonary function testing. 
Based upon his examination, Dr. Albin concluded that Mr. Tolliver had a moderate to severe
restrictive defect shown by pulmonary function testing.  As to the etiology, he reported that it was
possibly related to either rheumatoid arthritis or inhalation. He observed that Mr. Tolliver did not
have evidence of desaturation, but could not be exercised due to a recent heart attack.  A
hemoglobin level of only 9.2 raised the question of whether anemia might be playing a role in
some of Mr. Tolliver’s symptoms.  Dr. Albin characterized the degree of Mr. Tolliver’s
impairment as “moderate.”

On June 25, 1995, Dr. D. L. Rasmussen examined Mr. Tolliver on behalf of the
Department of Labor.  DX 9.  Dr. Rasmussen’s qualifications are not found in the record.  He
took occupational, social, family and medical histories, and conducted a physical examination,
chest x-ray, blood gas studies and pulmonary function testing, Based upon his examination, Dr.
Rasmussen concluded that Mr. Tolliver was suffering from coal worker’s pneumoconiosis, based
on 20 years of coal mine employment and x-ray evidence of pneumoconiosis; a history of ARDS;
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and a history suggestive of hyperactive airways disease.  He said that Mr. Tolliver had at least
moderate loss of respiratory functional capacity and was totally disabled for resuming his last coal
mine job.  As to the extent which each of the diagnoses contributed to Mr. Tolliver’s impairment,
he said:

There are 3 possible risk factors for his impairment in lung function.  These include his
coal mine dust exposure with its resultant pneumoconiosis, his previous ARDS, and
possibly his rheumatoid arthritis.  It is not possible to separate these effects.  His coal mine
dust exposure must be considered a significant or major contributing factor.  His possible
asthma is not reflected in the current study.

DX 9 at 4.  His examination and conclusions were discussed in detail in a narrative attached to his
report on the Department of Labor’s form.

Dr. Rasmussen reviewed additional records submitted to him by counsel for Mr. Tolliver
and prepared a report dated December 30, 1996.  The materials he reviewed included the first two
reports from Dr. Renn, described below, which in turn referred to Dr. Naeye’s report on the
biopsy.  Dr. Rasmussen stated he did not have Dr. Naeye’s report, and that it would be of interest
for him to see the reports of other pathologists concerning the biopsy material.  He went on to
state:

All the x-rays in this case are quite consistent with coalworkers’ pneumoconiosis
predominately; in fact, almost exclusively, showing rounded pea-sized nodular densities in
all lung zones; a pattern which is not typical of the usual diffuse interstitial pulmonary
fibrosis.  It is also quite possible that biopsy of the right lower lobe might miss the
presence of coalworkers’ pneumoconiosis since the predominant lesion in coalworkers’
pneumoconiosis is in the upper lung zones.  Thus, in my opinion, a diagnosis of
coalworkers’ pneumoconiosis has not been excluded.

DX 40 at 3.  He went on to cite studies showing interstitial pulmonary fibrosis in coal miners,
sometimes associated with coal pigment deposition, and sometimes not; and studies showing
active alveolitis associated with impaired function.  He then concluded:

Thus, one must include Mr. Tolliver’s coal mine dust exposure as a possible significant
contributing factor and any diffuse interstitial pulmonary fibrosis which he may have.

Mr. Tolliver also certainly has other medical conditions which could contribute to or cause
the same abnormality; mainly, history of having had a diagnosis of rheumatoid arthritis
established and also having suffered adult respiratory stress syndrome.  However, it is
impossible to exclude the patient’s coal mine dust exposure as a significant contributing
factor in view of the evidence for interstitial fibrosis occurring among coal miners.

Based on all of the above, it remains my opinion that Mr. Tolliver does suffer from coal
mine dust related lung disease which is a significant contributing cause of his disabling
pulmonary insufficiency.



-19-

DX 40 at 4. 

Dr. Peter Tuteur reviewed Mr. Tolliver’s medical records on several occasions on behalf
of the Employer, and provided  reports dated December 17, 1996, DX 42, June 7, 1999, DX 48
(EX 6), and May 29, 2002, EX 1.  He was deposed twice, on July 6, 1999, DX 48 (EX 10), and
June 18, 2002.  EX 11.  Dr. Tuteur is board-certified in internal medicine and pulmonary disease,
and is an Associate Professor at the School of Medicine at the Washington University in St.
Louis.  EX 4, DX 42.  He treats patients as a pulmonary consultant, as well as teaching medical
students and providing continuing medical education.  He is the director of the Pulmonary
Function Laboratory at the University.

For his initial report, Dr. Tuteur reviewed medical records and reports from 1992 to 1996,
as well as the results of arterial blood gas analysis dated January 7, 1993, pulmonary function
studies dated June 28, 1995 and January 15, 1996, seven radiographic reports, and lung biopsy
reports by Dr. Naeye and Dr. Clay.  Dr. Tuteur identified Mr. Tolliver’s medical problems as
including renal functional insufficiency, adult onset diabetes mellitus, rheumatoid arthritis, and
urosepsis associated with adult respiratory distress syndrome (ARDS) and subsequent
development of interstitial pulmonary fibrosis.  Based on the biopsy results, physical examination
revealing crackles characteristic of an interstitial pulmonary process, pulmonary function studies
demonstrating a restrictive ventilatory defect, and chest radiographs an CT scans confirming the
interstitial process subsequently confirmed by biopsy, Dr. Tuteur concluded that Mr. Tolliver had
diffuse interstitial pulmonary process due to diffuse interstitial pulmonary fibrosis.  He said that
both coal workers’ pneumoconiosis and post-ARDS interstitial fibrosis were potential etiologies,
and that the differential can be made from the pathologic specimen, as follows:

If coal dust macules, focal emphysema, and pigment-associated fibrosis were prominent
features, then coal workers’ pneumoconiosis must be considered the primary interstitial
process.  In contrast, even if pigment is present, as expected in any coal miner, if fibrosis is
predominantly unassociated with pigment deposition and coal dust macules, then post-
ARDS fibrotic process is most likely.  Based on the description of the pathologic
specimens by both pathologists, and based on the learned conclusions of Dr. Naeye, it is
with reasonable medical certainty that the diffuse interstitial pulmonary process
pathologically proved and associated with clinically-consistent parameters is not due to the
inhalation of coal mine dust, but a result of adult respiratory distress syndrome caused by
urosepsis and treated with prolonged mechanical ventilation.  Neither the ARDS nor its
sequelae are in any was related to, aggravated by, or caused by the inhalation of coal mine
dust or the development of coal workers’ pneumoconiosis.  It is due to urinary tract
infection that led to bacteremia and septicemia.

DX 42.

In his June 1999 report, Dr. Tuteur listed medical records he had reviewed for the period
from 1992 to 1998.  He said that the newly available data provided detail and breadth to the
previous data, and provided further support for his conclusion that coal dust did not contribute to
Mr. Tolliver’s interstitial pulmonary process.  After summarizing the available data, including
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pulmonary function and arterial blood gas test results and radiological data, Dr. Tuteur stated:

Many reviewers of this data set conclude that with reasonable medical certainty Mr.
Tolliver does not have coal workers’ pneumoconiosis.  These conclusions are based not
only on the absence of fulfillment of pathologic criteria . . . but also the review of the
totality of available medical records . . . Dr. Rasmussen is not as definitive in supporting
the absence of coal workers’ pneumoconiosis. . . I agree that in a scholarly and rigorous
sense, absolute exclusion of the presence of pathologically significant coal workers’
pneumoconiosis has not been accomplished.  Neither has the entire right lung been
observed, nor have multiple areas been biopsied.  Yet, if coal workers’ pneumoconiosis
were to be so extensive as to produce substantial influence on Mr. Tolliver’s clinical
course, one would have expected fulfillment of pathologic criteria even in a relatively
small sample.  Thus, though the diagnosis of CWP “has not been excluded”, with
reasonable medical certainty it is not present. The clinical symptoms and physical
examination findings as well as physiologic impairment seen in Mr. Tolliver’s records are
typical for coal workers’ pneumoconiosis because it is typical for interstitial fibrotic
process of which coal workers’ pneumoconiosis is one of many.  On this basis, these
factors only continue to prove the presence of an interstitial pulmonary process, not its
etiology. . . .There is no pathological evidence to support the presence of coal workers’
pneumoconiosis.  Pulmonary fibrosis exists in areas where no coal mine dust was present
in the lungs.  In fact, there is relatively little coal mine dust present in Mr. Tolliver’s lungs. 
No coal dust macules were observed.  No coal dust associated nodules were observed. 
And, of extreme import, is that the interstitial pulmonary process is fully explained as a
consequence of the adult respiratory distress syndrome possibly in a patient with
rheumatologic disorder.

Dr. Tuteur concluded that Mr. Tolliver was totally and permanently disabled, but that his
disability was in no way related to the inhalation of coal mine dust, but rather to his other multiple
medical problems.

At his first deposition, Dr. Tuteur attributed Mr. Tolliver’s interstitial fibrosis to his bout
with ARDS in 1992.  He suggested that x-ray reviewers who found changes consistent with
pneumoconiosis did not have complete clinical information.  He said that open lung biopsy such as
Mr. Tolliver had is the gold standard for the diagnosis of the presence of coal workers’
pneumoconiosis, and that the pathologic data indicate that there was an interstitial fibrosis
unrelated to the presence of coal mine dust.  He said he knew that to be true because there was a
minimal amount of dust in the sub plural area, and more in macrophages around blood vessels,
which is the location of dust and associated fibrosis not found with coal workers’
pneumoconiosis; where there was fibrosis, there was no dust; and none of the other required
anatomical criteria for the diagnosis of pathologically significant coal workers’ pneumoconiosis
were present, i.e., there were no micro nodules, no macro nodules, no coal dust macules and no
focal emphysema.  He observed that the reports of all three pathologists were consistent in the
description of the lung pathology.  It was his opinion that Mr. Tolliver’s fibrosis was not caused
by rheumatoid arthritis or Caplan’s syndrome (rheumatoid lung disease in conjunction with
deposition of coal mine dust in the lungs) because the hallmark of both, necrobiotic nodules, were
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not present.  Dr. Tuteur again disagreed with Dr. Rasmussen’s view that the diagnosis of coal
workers’ pneumoconiosis had not been excluded; he agreed it could not be excluded with 100%
certainty, but went on to state:

. . . But the questions asked of me were not is it remotely possible, but with reasonable
medical certainty did Mr. Tolliver have coal workers’ pneumoconiosis.  And with
reasonable medical certainty he did not.  He did not, because open lung biopsy didn’t
show it.  He did not because the fibrosis that was present, absent the associated coal dust
deposition, absent the coal dust macule, absent the macro nodules, absent the micro
nodules, absent the focal emphysema, was fully explained by the clinical course of Mr.
Tolliver’s illness.  He had adult respiratory distress syndrome superimposed on
arteriosclerotic heart disease, hypertensive heart disease, renal functional insufficiency and
recurrent urinary tract stones, which at this point in 1992 prior to the development of
ARDS was associated with a urinary tract infection which eventually became urinary tract
sepsis.

Once that adult respiratory distress syndrome was established, one would have
expected dust unrelated interstitial pulmonary fibrosis at the time of that biopsy and so,
yes, I agree with Dr. Rasmussen, you cannot rigorously and scholarly absolutely exclude
the presence of coal workers’ pneumoconiosis somewhere in Mr. Tolliver’s lungs, but one
can exclude with the utmost of reasonable medical certainty that coal workers’
pneumoconiosis was present in his lungs and caused physiologic changes, radiographic
changes and physical exam changes.

DX 48 (EX 10 at 19-20).  Dr. Tuteur said that Mr. Tolliver would be unable to do the last job he
had in the coal mine industry because he had symptoms of exertional breathlessness.  Except for
some worsening of Mr. Tolliver’s coronary artery disease, his other health problems were stable
or had improved between 1993 and 1999.

In his most recent report, Dr. Tuteur stated that he had reviewed treatment records and
reports by other reviewers from 1999, and reconsidered all of the pulmonary function and
radiographic data and other data available to him.  Dr. Tuteur opined that the newly available data
about Mr. Tolliver’s last illness confirmed his view that Mr. Tolliver did not have
pneumoconiosis.  He concluded:

. . . Mr. Tolliver’s database was reviewed in detail once again.  The additional medical
information listed above was integrated into the totality of available medical data.  These
data continue to support the conclusions previously reached, that with reasonable medical
certainty, Mr. Tolliver did not have clinical, physiologic, radiographic or pathologic
evidence supporting the diagnosis of coal workers’ pneumoconiosis or any other coal mine
dust-induced disease process.  He did have a primary pulmonary problem.  That process
was an interstitial fibrotic process secondary to the healing associated with a 1992 adult
respiratory distress syndrome.

As a result of his multiple major medical problems (coronary artery disease, hypertension,
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elevated lipids, uncontrolled diabetes mellitus, chronic mild renal functional insufficiency),
Mr. Tolliver was totally and permanently disabled.  This disability was in no way related
to, aggravated by, or caused by either the inhalation of coal mine dust or the development
of coal workers’ pneumoconiosis.

. . .

Simply, Mr. Tolliver had multiple important and advanced medical health problems.  From
a previous acute respiratory illness (ARDS), he developed an interstitial pulmonary
process that pathologically and microscopically differed from and did not fulfill the criteria
for the diagnosis of coal workers’ pneumoconiosis.  When he developed acute pancreatitis
superimposed on these problems, compensatory mechanisms were suboptimal and he
developed electrolyte imbalance, metabolic acidosis, respiratory failure, renal failure, and
despite aggressive medical management, ARDS once again complicated by ventricular
fibrillation and death.  Neither the inhalation of coal mine dust nor the development of coal
workers’ pneumoconiosis played any role in this sequence of events.

EX 1 at 5.  

During his second deposition, Dr. Tuteur stated that he sees individuals with occupational
lung diseases in his practice, and has treated and evaluated coal miners for lung disease.  As part
of his duties, he is the director of the pulmonary function laboratory. Dr. Tuteur reviewed Mr.
Tolliver’s medical history, including adult onset diabetes mellitus, not well-controlled,
complicated by renal insufficiency; coronary artery disease; rheumatoid arthritis; a history of
urosepsis complicated by adult respiratory distress syndrome leading to interstitial pulmonary
fibrosis, confirmed by lung biopsy which demonstrated no pneumoconiosis or coal macules; and
hypertension contributing to heart and vascular diseases.  Dr. Tuteur said that acute severe
pancreatitis has about a 50% mortality rate.  He attributed Mr. Tolliver’s pancreatitis to
hyperlipidemia.  He said pancreatitis in a person with interstitial fibrosis can lead to
underventilation, which he said was documented in Mr. Tolliver by an elevated PCO2.  He said
that underventilation produces acidosis in the blood, as does pancreatitis, out of control diabetes
and renal failure, so that Mr. Tolliver had four independent active processes which cause acidemia
and acidosis.  In his opinion, Mr. Tolliver had scarring on his lungs as a result of ARDS because it
appeared about the time of his episode of urosepsis and ARDS, and was not associated with coal
dust macules or necrobiotic nodules, which are a hallmark of rheumatoid lung.  He described Mr.
Tolliver’s death as “cardiorespiratory,” by which he meant that independent causes influenced
both cardiac failure and respiratory failure.  He said Mr. Tolliver’s spirometric studies reflected a
stable restrictive ventilatory abnormality caused by ARDS interstitial fibrosis.

In order to determine the etiology of interstitial fibrosis, Dr. Tuteur said he would look at
several factors.  First would be whether the individual was at risk by exposure to coal mine dust. 
Then he would look at whether there is a temporal relationship, the development of progressive
breathlessness, of late inspiratory crackles, of decreased lung expansion, of physiologic
impairment in this pattern while exposed to coal dust, and did it progress subsequently; were x-
rays abnormal while exposed to dust and did they subsequently progress; was a biopsy performed
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while still working in the mines or shortly thereafter that shows coal dust macules; macules
associated interstitial fibrosis; focal emphysema, etc.  In Mr. Tolliver’s case, total lung capacity
measurements were small and confirmed a restrictive abnormality.  Arterial blood gas studies
were consistent with mild impairment of gas exchange at rest, which worsens with exercise. 
Those findings are true of any interstitial pulmonary process, including pneumoconiosis,
rheumatoid lung disease, post ARDS fibrosis and idiopathic pulmonary fibrosis. 
Carboxyhemoglobin levels were normal, consistent with the history that Mr. Tolliver had quit
smoking.  

Dr. Tuteur disagreed with Dr. Sullivan’s statement that pneumoconiosis played a “major”
role in Mr. Tolliver’s death.  He said there was “no convincing or even credible medical evidence”
that supports Dr. Sullivan’s statement.  Dr. Tuteur did agree that Mr. Tolliver’s other health
problems contributed to his rapid death from acute pancreatitis, which is difficult to treat because
of the rapid development of acidosis.  In Mr. Tolliver’s case, in addition to acidosis from
pancreatitis, there was also metabolic acidosis from renal insufficiency and keto acidosis from his
diabetes.  He said that the pancreatitis adversely affected the function of Mr. Tolliver’s
diaphragm, contributing to ventilatory failure, but that the high CO 2 reading was not due to lung
dysfunction.  Dr. Tuteur reiterated that he found no evidence that Mr. Tolliver had
pneumoconiosis, or that pneumoconiosis caused his disability or contributed to his death. 

Dr. Lawrence Repsher reviewed Mr. Tolliver’s medical records on several occasions and
provided reports dated December 16, 1996, DX 42, June 15, 1999, DX 58, DX 48 (EX 8), and
May 31, 2002, EX 3, and reviewed additional records in preparation for his deposition.  Dr.
Repsher was deposed on June 21, 2002.  EX 12.  Dr. Repsher is board-certified in internal
medicine and pulmonary disease, with sub-specialties in occupational and environmental lung
diseases, and is a B-reader.  EX 6, DX 42.

For his initial report in 1996, Dr. Repsher reviewed Mr. Tolliver’s employment record,
reports of examinations by Drs. Rasmussen and Renn, Dr. Naeye’s report for the Department of
Labor, medical records from Cobb Memorial Hospital from June 10, 1992 to October 24, 1994,
and x-ray reports for x-rays taken June 28, 1995, and January 15, 1996.  Dr. Repsher said that
although the chest x-rays were consistent with pneumoconiosis, among many other things, there
were radiographic nuances suggesting that the abnormalities are not due to pneumoconiosis, as
follows:

These include the fact that this is described as a reticular nodular infiltrate, whereas coal
workers pneumoconiosis is primarily a nodular infiltrate.  Further, there appears to be
more involvement of the lower lobes than the upper lobes, whereas coal workers
pneumoconiosis primarily involves the upper lobes.  Finally, the ultimate arbiter, which is
the open lung biopsy, showed no evidence of coal workers pneumoconiosis.

As to the pulmonary function tests, Dr. Repsher stated that they were consistent with restrictive
lunge disease, compatible with the histologically documented interstitial lung disease.  He
attributed limitations of cardiopulmonary reserve in exercise testing to probable underlying heart
disease.  He disagreed with Dr. Rasmussen’s opinion that Mr. Tolliver had CWP, ARDS, reactive
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airways disease, and possible rheumatoid arthritis, and that coal mine dust was a significant factor
to Mr. Tolliver’s lung disease, saying that the lung biopsy showed no evidence of coal workers
pneumoconiosis and the chest x-ray was atypical for pneumoconiosis; that it was never
documented that Mr. Tolliver had ARDS or reactive airways disease; and that rheumatoid arthritis
was specifically ruled out by the serologic studies in September 1992.  Dr. Repsher agreed with
Dr. Renn that there was no evidence of pneumoconiosis, but disagreed with Dr. Renn’s diagnosis
of rheumatoid arthritis with idiopathic pulmonary fibrosis.  In Dr. Repsher’s opinion, Mr. Tolliver
had clear cut serologic evidence of active systemic lupus erythematosus.  In his view, therefore,
the interstitial lung disease was due to lupus.  Summing up, Dr. Repsher said Mr. Tolliver suffered
from a number of very serious medical conditions, and was totally and permanently disabled, but
found no evidence of medical or legal pneumoconiosis.  DX 42.

In his June 1999 report, Dr. Repsher reviewed additional records and again concluded that
there was no evidence of pneumoconiosis or any other respiratory disease caused or aggravated
by his coal mine employment.  In his opinion, Mr. Tolliver was totally and permanently disabled as
a result of severe ischemic heart disease and ischemic cardiomyopathy with severe angina pectoris
and chronic congestive heart failure, as well as probable diastolic dysfunction as a result of sever
hypertension and resulting left ventricular hypertrophy.  Although Mr. Tolliver had some
restrictive impairment of lung function with some impairment of his diffusing capacity, Dr.
Repsher characterized the impairment as “modest and probably not limiting.”  He said the
pulmonary impairment was due solely to his underlying collagen vascular disease, as there was no
evidence of any disease arising from coal mine employment on biopsy.  DX 58.

In his most recent report, Dr. Repsher again stated that Mr. Tolliver had no radiographic
or biopsy evidence of legal or medical pneumoconiosis.  Although Mr. Tolliver was totally and
permanently disabled, his disability was due medical problems unrelated to exposure to coal dust,
and, since he did not have pneumoconiosis, pneumoconiosis did not cause, contribute to or hasten
his death.  At his deposition, Dr. Repsher said he has examined hundreds of coal miners, including 
examinations he conducted for the Department of Labor.  His opinions about Mr. Tolliver did not
change over time, although they evolved in light of additional diagnoses and the events
surrounding Mr. Tolliver’s death.  Dr. Repsher opined that Mr. Tolliver had sufficient exposure to
coal dust to cause disease in a sensitive miner.  He concluded, however, that he did not develop
any coal-dust-induced disease, nor any chronic obstructive disease due to smoking.  His medical
history included high blood pressure complicated by left ventricular hypertrophy with probable
hypertensive cardiovascular disease, severe four-vessel coronary artery disease with two prior
heart attacks, type II diabetes mellitus, severe lipid abnormalities, which may have accounted for
his terminal episode of pancreatitis, and severe systemic lupus erythematosus manifested by
pericarditis, pleuritis, lupus pneumonia, end stage lupus lung disease, dermatitis, arthritis, anemia,
recurrent fevers, probable cerebritis and possible Libman-Sacks endocarditis.  None of his
diseases were caused by inhalation of coal mine dust.  Dr. Repsher testified that abnormalities he
found on x-rays were due to lupus or left ventricular congestive heart failure.  He explained that
plain x-rays do not distinguish the changes of lupus from the changes of congestive heart failure. 
He said the results of the CT, which are more sensitive, confirmed the x-ray findings.  Pulmonary
function tests were abnormal.  He said that Mr. Tolliver’s lung disease had a significant impact on
his lung function, although not disabling, but that did not tell the cause.  With regard to Mr.
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Tolliver’s last illness, Dr. Repsher stated that both high triglycerides and lupus can cause
pancreatitis.  Because it was accompanied by shock, it carried a high risk of dying.  The
immediate cause of death was ventricular fibrillation.  Causes of the fibrillation were probably
multi-factorial, including severe heart disease, with the effect of pancreatitis with shock, severe
metabolic acidosis and high potassium.  Based on review of Dr. Sullivan’s records and report, Dr.
Repsher believed that Dr. Sullivan was concerned mostly with Mr. Tolliver’s severe ischemic
heart disease.  There was no mention of coal-dust-induced lung disease on the death certificate. 
Dr. Repsher found no evidence of complicated coal workers pneumoconiosis, or any coal-dust-
induced disease, including in the lung biopsy.  He said there was no evidence of pneumoconiosis
at all.

Dr. Abdul Dahhan reviewed Mr. Tolliver’s medical records on several occasions and
provided reports dated December 11, 1996, DX 42, June 2, 1999, DX 48 (EX 7), and May 27,
2002, EX 2.  Dr. Dahhan was deposed on June 24, 2002.  EX 13.  Dr. Dahhan is board-certified
in internal medicine and pulmonary disease, and is a B reader.  EX 5, DX 42.  He practices in a
geographic area dependent on coal mining for industry, and the bulk of his patients are active or
retired coal miners and their families.  He has been treating miners since 1974.

In preparation for his first report, Dr. Dahhan reviewed Mr. Tolliver’s medical records
from 1992 to 1996, and reports by other doctors.  He concluded that Mr. Tolliver had
radiological evidence consistent with simple coal workers’ pneumoconiosis, but that there was no
evidence of progressive massive fibrosis or complicated pneumoconiosis.  He said Mr. Tolliver
had a moderate restrictive ventilatory impairment demonstrated by the pulmonary function
studies, and did not retain the capacity to return to his previous coal mine work.  He believed that
the cause was multi-factorial, and that the bulk of Mr. Tolliver’s restrictive ventilatory
abnormality and secondary pulmonary impairment was due to pulmonary fibrosis secondary to
rheumatoid lung disease and post ARDS pulmonary fibrosis, both of which are well known and
reported in medical literature.  He concluded that Mr. Tolliver’s restrictive ventilatory impairment
did not result from coal dust exposure or occupational pneumoconiosis because his simple
pneumoconiosis was not severe enough to cause the development of a restrictive impairment of
the nature seen in the pulmonary function studies, absent evidence of complicated pneumoconiosis
in chest x-rays or pathological tissue.     

Dr. Dahhan reviewed additional treatment records and other reports for his 1999 report. 
He continued to find insufficient objective findings to justify the diagnosis of coal workers’
pneumoconiosis.  He confirmed his view that Mr. Tolliver had interstitial pulmonary fibrosis
resulting from rheumatoid arthritis, stating that it was “highly plausible” that the 1992 bout with
adult respiratory distress syndrome contributed to the interstitial fibrosis.  He observed that all
physicians had noted that Mr. Tolliver did not retain the respiratory capacity to continue his
previous coal mining work because of his interstitial fibrosis.  His other multiple medical problems
were not caused by, contributed to or aggravated by coal dust exposure.

In his most recent report, Dr. Dahhan said that Mr. Tolliver died as a result of ventricular
arrhythmia secondary to electrolyte imbalance and pancreatitis.  Based on the pathology reports
by Dr. Kleinerman and Dr. Naeye, Dr. Dahhan found no evidence of coal dust induced lung
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disease.  He attributed Mr. Tolliver’s pulmonary fibrosis to rheumatoid lung disease and previous
adult respiratory distress syndrome.  At his deposition, he said he never examined Mr. Tolliver but
believed that he had sufficient data to evaluate his pulmonary status from reviewing his records. 
Dr. Dahhan said that Mr. Tolliver had sufficient exposure to coal dust to cause dust-induced
disease in a susceptible individual.  Dr. Dahhan opined that Mr. Tolliver did not have
pneumoconiosis.  He said the gold standard for making that diagnosis is by lung biopsy, which in
Mr. Tolliver’s case did not show any pathological data indicative of pneumoconiosis.  Although
Dr. Dahhan had interpreted an x-ray taken January 15, 1996, as consistent with pneumoconiosis,
it was overruled or superceded by the biopsy evidence.  He said that pulmonary function tests
indicated that Mr. Tolliver had a restrictive abnormality which could be caused by the pulmonary
fibrosis reported by the pathologist.  The biopsy ruled out coal dust as the cause of the fibrosis. 
Other possible causes, including adult respiratory distress syndrome induced fibrosis, rheumatoid
arthritis, and idiopathic pulmonary fibrosis of the variety of Hamman Rich Syndrome, could not
be ruled out.  He also said that Mr. Tolliver did not have cor pulmonale, nor any evidence of
complicated pneumoconiosis.  Dr. Dahhan said that Mr. Tolliver’s respiratory impairment and
death were not related in any way to coal mine dust exposure.  He testified that Mr. Tolliver’s
final hospital admission and death resulted from pancreatitis which caused electrolyte imbalance
and ventricular tachycardia resulting in his death.

Dr. Joseph Renn examined Mr. Tolliver on January 15, 1996, DX 46 (EX 4), and
provided supplemental record reviews on June 18, 1999, DX 48 (EX 9), and May 13, 2002, EX
8.  He was deposed on July 15, 1999, DX 48 (EX 11), and testified on behalf of the Employer at
the second hearing, Tr. 10-42.  He is board certified in internal medicine, pulmonary disease, and
forensic medicine.  He is also a B reader.  He maintains a clinical practice and consults in
pulmonary diseases, and in intensive care of critically ill individuals, especially those who require
assisted ventilation.  He treats coal miners in his practice, some of whom have coal workers’
pneumoconiosis, including complicated pneumoconiosis, and some of whom have idiopathic
pulmonary fibrosis.

During Dr. Renn’s January 1996 examination of Mr. Tolliver, he took an occupational
history, a cardiopulmonary history, a past medical history, history of tobacco use, list of
medications, personal history, and family history; performed a physical examination; and
performed laboratory evaluation.  The laboratory evaluation included blood tests, resting
electrocardiograph, echocardiogram, chest x-ray, high-resolution CT scan, spirometry, lung
volumes, diffusing capacity and resting arterial blood gases.  Dr. Renn also reviewed numerous
medical records, listed in his report.  Dr. Renn diagnosed idiopathic pulmonary interstitial fibrosis,
chronic bronchitis, rheumatoid arthritis, systemic hypertension, left ventricular hypertrophy, adult
onset diabetes mellitus, exogenous obesity, hyperlipidemia, drug-induced hepatic dysfunction,
and, by past medical history, adult respiratory distress syndrome secondary to sepsis, congestive
heart failure secondary to cardiomyopathy and gastroesophageal reflux disease.

In his June 1999 report, after reviewing medical records for the period from 1992 to 1998,
Dr. Renn observed that the only apparent serious new medical development since his 1996
examination were acute myocardial infarctions which occurred in July and October 1996.  Cardiac
catheterization had revealed severe arteriosclerotic coronary vascular disease for which Mr.
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Tolliver had angioplasty, after which he continued to have angina pectoris.  Dr. Renn also
reviewed pulmonary function, gas exchange and x-ray data he had not seen before.  He was still
of the opinion that Mr. Tolliver had idiopathic pulmonary interstitial fibrosis, likely a result of
either rheumatoid arthritis or ARDS, but not pneumoconiosis.

At his deposition, Dr. Renn explained his opinion that Mr. Tolliver did not have coal
worker’s pneumoconiosis.  Dr. Renn said that Mr. Tolliver was hospitalized in 1992 because a
urinary tract infection which became blood borne, known as sepsis, which can in turn cause
diffuse alveolar damage to the lungs, from adult respiratory distress syndrome.  ARDS causes
such severe compromise of function that the majority of people who have it require mechanical
ventilation, as did Mr. Tolliver.  He was also diagnosed with rheumatoid arthritis at that time,
which can also affect the lungs in several different ways, by causing necrobiotic rheumatoid
nodules, Caplan’s syndrome and diffuse pulmonary interstitial fibrosis.  He agreed that the
evidence from chest x-rays, pulmonary function studies and arterial blood gas studies would be
similar in some respects, whether he had interstitial pulmonary fibrosis or coal workers’
pneumoconiosis.  Thus he read the January 16, 1996, x-ray as consistent with pneumoconiosis. 
Nonetheless, it was his opinion that Mr. Tolliver did not have pneumoconiosis, based on the CT
scan, the pathology reports and other factors.  While some of the evidence was consistent with
pneumoconiosis, other evidence was not; but the total pattern of studies was consistent with the
damage caused by ARDS.  Dr. Renn believed that Mr. Tolliver was disabled by his pulmonary
impairment, but was certain that exposure to coal dust did not cause or aggravate it.  He said coal
dust is not known to cause the diffuse alveolar damage that Mr. Tolliver had; rather, it affects the
primary and secondary respiratory bronchioles, but not the alveolar area.  He said that from a
pulmonary function standpoint, Mr. Tolliver would have been in the same position if he had never
been a coal miner.  He disagreed with Dr. Rasmussen’s statement that there was no reason to
distinguish between pneumoconiosis and other types or causes of pulmonary fibrosis, because
different types of interstitial diseases have prescribed treatments, while pneumoconiosis does not. 
Thus failure to distinguish between the causes limits therapeutic options.  On cross examination,
he said he could not say what treatment would have been appropriate for Mr. Tolliver because he
did not have enough information, such as whether his disease was active.  He could not determine
the exact nature of the pulmonary fibrosis, but could offer the most likely causes.

In his most recent report, Dr. Renn challenged Dr. Sullivan’s suggestion that
pneumoconiosis contributed to Mr. Tolliver’s death as follows:

Whether or not Mr. Tolliver would have survived the acute pancreatitis will not be
known owing to the method of his demise.  From the time of his hospitalization he was in
a persistent state of metabolic acidosis which was not vigorously and adequately addressed
as he continued to worsen throughout his hospitalization. . . . Dr. Sullivan recognized that
Mr. Tolliver “. . . ultimately died from ventricular fibrillation which I believed was brought
on by electrolyte imbalances including acidosis and hyperkalemia.”  His statement that Mr.
Tolliver would not have died from pancreatitis had it not been for his pneumoconiosis and
other health problems is without foundation as the mortality rate for an initial episode of
acute pancreatitis is in excess of 50%.  Further, Mr. Tolliver’s primary problem was not
respiratory failure; rather, it was metabolic acidosis for all the reasons enumerated above
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and it was proven that he could be adequately oxygenated with relatively low flow
supplemental oxygen that did not require endotracheal intubation and mechanical
ventilation.

Enclosed are charts titled “Pulmonary Function and Gas Exchange Data”
containing studies performed on May 4, 1999, . . . The ventilatory function is comparable
to that obtained in this laboratory on January 15, 1996.  That his ventilatory function some
five months prior to his demise was comparable to that obtained more than three years
previously objectively reveals that his ventilatory function had not deteriorated over that
period of time and a respiratory death would not be expected. . . .

EX 8 at 5-6.

At the second hearing, Dr. Renn said that when he evaluates an individual for black lung,
he keeps in mind both the medical and the legal definitions of pneumoconiosis.  Mr. Tolliver had
sufficient exposure to coal dust to cause coal-dust-induced disease in a susceptible individual. 
Symptoms such as shortness of breath can be caused by many different body systems, not just the
respiratory system. Mr. Tolliver had a complex cardiopulmonary history.  His shortness of breath
was related to his respiratory system, his cardiovascular system and his musculoskeletal system. 
He also had productive cough and wheezing.  He was taking medications for multiple problems,
including diabetes, heart failure, reflux disease, rheumatoid arthritis and interstitial lung disease. 
About a third of people with rheumatoid arthritis develop interstitial lung disease which can be
confused with disease caused by coal dust.  When he examined Mr. Tolliver, his chest
examination was normal, except for auscultation, which revealed fine inspiratory crackles in the
bases that did not clear after a deep cough, suggesting interstitial disease.  Dr. Renn said that Mr.
Tolliver’s problem began between the wall of the alveolus and the blood vessel, which is different
than that caused by coal dust, at the respiratory bronchiole.  There are over 200 interstitial
diseases, including coal workers’ and other pneumoconioses.  The distinction between causes can
be based on the pathology.  In Mr. Tolliver’s case, the pathology found alveolar areas involved
with the interstitial fibrosis, without the coal macule that would be present with medical coal
workers’ pneumoconiosis. Laboratory data revealed high blood sugar from diabetes; liver function
abnormalities, possibly from medication; and an abnormal electrocardiogram.  Echocardiogram
showed an enlarged left side of the heart, but normal right side, so he did not have cor pulmonale.
Chest x-ray showed rounded opacities q in all lung zones, profusion 2/2.  CT scan showed a
mixture of both linear and nodular opacities.  Mr. Tolliver had a restrictive ventilatory defect with
no evidence of obstruction, and normal resting arterial blood gases, with a reduction of profusing
capacity which corrected to normal when volume was considered.  Exercise blood gases could not
be done because of resting tachycardia, high blood pressure, electrocardiogram results and his
history of seizures and cardiac arrest.  Dr. Renn diagnosed idiopathic pulmonary interstitial
fibrosis.  He called it idiopathic because there were too many diseases Mr. Tolliver had which
could cause interstitial disease, including rheumatoid arthritis, a history of adult respiratory
distress syndrome, and side effects from medication he was taking.  On cross examination, Dr.
Renn confirmed that Mr. Tolliver had both linear and nodular opacities on the CT scan, and
agreed it was possible that Mr. Tolliver had at least a couple of disease processes going on.  In his
view, the linear opacities would have been more related to the rheumatoid disease, while the
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nodular opacities, as well as some linear opacities, could be more related to the adult respiratory
distress syndrome or the diffuse alveolar damage that resulted from that.

Dr. Renn testified that Mr. Tolliver’s final admission to the hospital and death resulted
from acute pancreatitis, probably due to high triglycerides.  The mortality rate from a first episode
of pancreatitis is 50%.  Dr. Renn believed that Mr. Tolliver died due to metabolic acidosis related
to his pancreatitis, and not a respiratory problem.  He did not understand why Mr. Tolliver’s
doctor put him on a ventilator when he was well oxygenated with relatively small amounts of
oxygen.  Intubation can cause cardiac arrhythmia, which made Mr. Tolliver more prone to
develop ventricular fibrillation.  He also received Dopamine, which also causes cardiac irritability. 
Although there were shadows on the x-rays which could be consistent with coal workers’
pneumoconiosis, based on the other information available, Dr. Renn concluded that the shadows
were not pneumoconiosis.  In Dr. Renn’s opinion, Mr. Tolliver did not have any pulmonary or
respiratory impairment caused by work in the mines.  Although he believed Mr. Tolliver to be
totally disabled, he had no coal-dust-induced disease which had a material adverse effect on his
pulmonary or respiratory conditions, or worsened another pulmonary or respiratory disease.  Dr.
Renn opined that coal-dust-induced disease did not contribute to Mr. Tolliver’s disability, and did
not contribute to or hasten his death.

Discussion

I must consider the medical opinions together with all the other evidence.  A miner can
establish that he suffers from pneumoconiosis by well-reasoned, well-documented medical
reports.  A “documented” opinion is one that sets forth the clinical findings, observations, facts,
and other data upon which the physician based the diagnosis.  Fields v. Island Creek Coal Co., 10
B.L.R. 1-19, 1-22 (1987). An opinion may be adequately documented if it is based on items such
as a physical examination, symptoms, and the patient's work and social histories. Hoffman v. B&G
Construction Co., 8 B.L.R. 1-65, 1-66 (1985); Hess v. Clinchfield Coal Co., 7 B.L.R. 1-295, 1-
296 (1984); Justus v. Director, OWCP, 6 B.L.R. 1-1127, 1-1129 (1984).  A "reasoned" opinion is
one in which the judge finds the underlying documentation and data adequate to support the
physician's conclusions. Fields, above.  Whether a medical report is sufficiently documented and
reasoned is for the judge to decide as the finder-of-fact; an unreasoned or undocumented opinion
may be given little or no weight. Clark v. Karst-Robbins Coal Co., 12 B.L.R. 1-149, 1-155
(1989) (en banc).

The qualifications of the physicians are relevant in assessing the respective probative
values to which their opinions are entitled. Burns v. Director, OWCP, 7 B.L.R. 1-597, 1-599
(1984). More weight may be accorded to the conclusions of a treating physician as he or she is
more likely to be familiar with the miner's condition than a physician who examines him
episodically. Onderko v. Director, OWCP, 14 B.L.R. 1-2, 1-6 (1989). However, a judge "is not
required to accord greater weight to the opinion of a physician based solely on his status as
claimant's treating physician. Rather, this is one factor which may be taken into consideration in . .
. weighing . . . the medical evidence . . ." Tedesco v. Director, OWCP, 18 B.L.R. 1-103, 1-105
(1994).  In this case, although some of the physicians’ specific qualifications are not known, the
context suggests that almost all of the physicians, other than the pathologists and Dr. Sullivan,
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specialize to some extent in evaluating and/or treating patients with lung disease, including
pneumoconiosis.  Almost all of the doctors agree that Mr. Tolliver had interstitial fibrosis, which
can be caused by exposure to coal dust, as well as by other conditions he may have had, and that
he was disabled by his pulmonary impairment.  Their primary disagreement  is whether
pneumoconiosis can be excluded as a diagnosis.

Mr. Tolliver’s treating physicians, Drs. Jenkins and Sullivan , believed that he had
pneumoconiosis.  Dr. Albin, who examined him on behalf of the Department of Labor, believed
Mr. Tolliver’s restrictive defect was “possibly” caused by inhalation.  Dr. Rasmussen believed that
Mr. Tolliver “suffer[ed] from coal mine dust related lung disease which [was] a significant
contributing cause of his disabling pulmonary insufficiency.”  The doctors who examined him or
reviewed his records for the Employer, on the other hand, including Drs. Tuteur, Repsher,
Dahhan and Renn have concluded that he did not.  All of the physicians who provided medical
opinions did so based on adequate underlying documentation. All provided at least some rationale
in support of their conclusions. One, however, Dr. Repsher, stands out as inconsistent with all
others as he disagreed with the diagnoses of rheumatoid arthritis and ARDS, and said Mr.
Tolliver’s lung impairment was probably not limiting.  Thus I consider all of these medical
opinions to represent documented and reasoned medical opinions, but give little weight to Dr.
Repsher’s opinion because it was so at odds with all the others.

Dr. Jenkins treated Mr. Tolliver consistently from November 1992 until July 1999, seeing
him every few months during that time.  Dr. Jenkins’ office stationery indicates that he is a
pulmonary specialist.  Dr. Jenkins’ opinion that Mr. Tolliver had pneumoconiosis is supported by
his history of coal mine work and the objective evidence, including x-rays and CT scans.  Given
his long relationship and in depth understanding of Mr. Tolliver’s condition, Dr. Jenkins’ opinion
is entitled to considerable weight.  On the other hand, it appears that Dr. Sullivan treated Mr.
Tolliver only once before his final illness, and was consulted because of Mr. Tolliver’s diabetes,
rather than his pulmonary condition.  Moreover, Mr. Tolliver’s crisis progressed very rapidly once
he was admitted to the hospital, as he died in less than 24 hours.  Nor is there any indication that
Dr. Sullivan had access to Mr. Tolliver’s extensive medical records.  Thus it appears likely that he
relied on Dr. Jenkins’ diagnosis in forming his opinion that Mr. Tolliver had pneumoconiosis.  Dr.
Jenkins’ opinion, however, is also supported by those of Dr. Albin and Dr. Rasmussen, both of
whom also examined Mr. Tolliver.  Furthermore, although Dr. Rasmussen did not have Mr.
Tolliver’s medical records when he first examined him, he was provided some of those records
later, and they confirmed his opinion.

All of the physicians who provided opinions that Mr. Tolliver did not have
pneumoconiosis acknowledged that he had sufficient exposure to coal dust to cause
pneumoconiosis in a susceptible individual.  They also agreed that there was evidence from x-rays
and other objective studies to support the diagnosis, but placed great emphasis on the fact that the
biopsy did not positively establish its existence.  More than one testified to the effect that biopsy is
the “gold standard” for diagnosing pneumoconiosis.  None, however, addressed the limitations of
the biopsy in terms of its location or size, and their arguments appear to run contrary to the rule
which provides that a negative biopsy does not exclude the diagnosis.  Nor did they have any
other basis than the biopsy for rejecting the evidence of the x-rays and CT scans.  Drs. Tuteur,
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Dahhan and Renn all acknowledged that Mr. Tolliver had multiple conditions which could have
contributed to his pulmonary problem, including rheumatoid arthritis and his history of ARDS, but
did not offer convincing explanations why pneumoconiosis, of all potential causes or contributors,
should be excluded.  The same may be said of Dr. Repsher, although he identified a different
potential contributing cause, lupus.

In sum, I do not discredit any of the medical opinions of record.  After weighing all of the
medical opinions, however, I resolve this conflict by according greater probative weight to the
opinions of Drs. Jenkins, Albin and Rasmussen.  I find their opinions to be in better accord with
the overall weight of the medical evidence of record. 

Causation of Total Disability

In order to be entitled to benefits, Mrs. Tolliver must establish that pneumoconiosis was a
“substantially contributing cause” to Mr. Tolliver’s disability.  A “substantially contributing cause”
is one which has a material adverse effect on the miner’s respiratory or pulmonary condition, or
one which materially worsens another respiratory or pulmonary impairment unrelated to coal mine
employment.  20 CFR § 718.204(c) (2003); Hobbs v. Clinchfield Coal Co., 917 F.2d 790, 792
(4th Cir. 1990); Robinson v. Pickands Mather & Co., 914 F.2d 35, 38 (4th Cir. 1990).  Dr. Jenkins
did not comment in his treatment notes whether Mr. Tolliver was disabled or the cause.  Dr.
Rasmussen stated unequivocally that coal mine dust related lung disease was a significant
contributing cause to his disabling pulmonary insufficiency.  In Toler v. Eastern Associated Coal
Co., 43 F.3d 109 (4th Cir. 1995) the Court found it “difficult to understand” how an
Administrative Law Judge who finds that the claimant has established the existence of
pneumoconiosis,  could also find that his disability is not due to pneumoconiosis on the strength
of the medical opinions of doctors who had concluded that the claimant did not have
pneumoconiosis.  The Court noted that there was no case law directly in point and stated that it
need not decide whether such opinions are “wholly lacking in probative value.”  However the
Court went on to hold:

Clearly though, such opinions can carry little weight.  At the very least, an ALJ
who has found (or has assumed arguendo) that a claimant suffers from pneumoconiosis
and has a total pulmonary disability may not credit a medical opinion that the former did
not cause the latter unless the ALJ can and does identify specific and persuasive reasons
for concluding that the doctor’s judgement on the question of disability does not rest upon
her disagreement with the ALJ’s finding as to either or both of the predicates in the causal
chain.

43 F.3d at 116.  In accordance with Toler, I give little weight to the opinions on causation given
by physicians who said that Mr. Tolliver did not have pneumoconiosis, and find that
pneumoconiosis substantially contributed to Mr. Tolliver’s disability.  Mr. Tolliver was therefore
entitled to benefits.



-32-

Death Due to Pneumoconiosis

In claims filed after January 1, 1982, death will be considered to be due to pneumoconiosis
if (1) competent medical evidence establishes that the miner’s death was due to pneumoconiosis;
(2) pneumoconiosis was a substantially contributing cause or factor leading to the miner’s death
or the death was caused by complications of pneumoconiosis; or (3) the presumption set forth at
20 CFR § 718.304 applies, i.e., an irrebuttable presumption that death was due to pneumoconiosis
where there is medical evidence of complicated pneumoconiosis; but not if (4) the miner’s death
was caused by a traumatic injury or the principal cause of death was a medical condition not
related to pneumoconiosis, unless the evidence establishes that pneumoconiosis was a
substantially contributing cause of death. 20 CFR § 718.205(c) (2003).  The Fourth Circuit, in
which this claim arises, has held that any condition that hastens the miner’s death is a substantially
contributing cause of death. Shuff v. Cedar Coal Co., 967 F.2d 977 (4th Cir. 1992).  This principle
has now been codified in the regulations at 20 CFR § 718.205(c)(5) (2003).

In this case, Dr. Sullivan, who attended Mr. Tolliver at his death, gave the opinion that
acute illness compounded previous lung disease, and that, at least in part, inadequate ventilation
led to his death. His opinion satisfies the “hastening death” standard of the Fourth Circuit.  I find
that pneumoconiosis hastened Mr. Tolliver’s death.  Mrs. Tolliver is therefore entitled to
survivor’s benefits.

Date of Entitlement

In the case of a miner who is totally disabled due to pneumoconiosis, benefits commence
with the month of onset of total disability.  Where the evidence does not establish the month of
onset, benefits begin with the month that the claim was filed.  20 CFR § 725.503(b) (2003).  The
claimant filed his claim for benefits in May 1995.  When he was examined by Dr. Rasmussen in
June 1995, he was already totally disabled by pneumoconiosis.  I therefore find the claimant
entitled to benefits from the month in which he filed his claim.

FINDINGS AND CONCLUSIONS REGARDING ENTITLEMENT TO BENEFITS

The Claimant has met her burden to establish that there was a material change in
conditions since denial of Mr. Tolliver’s initial claim, in that she has shown that Mr. Tolliver was
disabled by pneumoconiosis.  She has also met her burden to establish that his death was caused
by pneumoconiosis.  Mr. Tolliver was entitled to benefits during his lifetime, and Mrs. Tolliver is
entitled to survivor’s benefits under the Act.

ATTORNEY FEES

The Regulations address attorney’s fees at 20 CFR §§ 725.362, 365 and 366 (2003). 
Claimant’s attorney has not yet filed an application for attorney’s fees.  Claimant’s attorney  is
hereby allowed thirty days (30) days to file an application for fees.  A service sheet showing that
service has been made upon all parties, including the Claimant, must accompany the application. 
The parties have ten days following service of the application within which to file any objections. 
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The Act prohibits the charging of a fee in the absence of an approved application.

ORDER

The claim for benefits filed by Michael I. Tolliver on May 16, 1995, and the claim for
benefits filed by Ethel E. Tolliver on October 15, 1999, are hereby GRANTED.

A
Alice M. Craft
Administrative Law Judge

NOTICE OF APPEAL RIGHTS:  Pursuant to 20 CFR § 725.481 (2003), any party dissatisfied
with this decision and order may appeal it to the Benefits Review Board within 30 days from the
date of this decision and order, by filing a notice of appeal with the Benefits Review Board at P.O.
Box 37601, Washington, DC 20013-7601.  A copy of a notice of  appeal must also be served on
Donald S. Shire, Esq. Associate Solicitor for Black Lung Benefits.  His address is Frances Perkins
Building, Room N-2117, 200 Constitution Ave., NW, Washington, D.C. 20210.


